the Children's Environmental and Disease Prevention Research Program funded by the National Institute of Environmental Health Sciences and the U.S. Environmental Protection Agency (U.S. EPA 2015), are longitudinal in nature: They follow children from before birth through early childhood and into school age and adolescence. These and other longitudinal studies are finding associations between early-life exposures and a wide variety of adverse health outcomes, from birth defects and low birth weight to asthma, childhood cancer, neurodevelopmental problems (e.g., autism, attention deficit/ hyperactivity disorder, impaired cognitive function), and metabolic problems associated with obesity (e.g., hypertension, diabetes).
Comparing the latest EHP Children's Health Collection with past Collections, we see a noteworthy transition from an emphasis on a single chemical as it relates to a single disease outcome, to a broader analysis of complex exposures (e.g., measuring multiple chemicals, evaluating both chemical and social stressors) in association with multiple disease outcomes. For example, recent research related to neurodevelopment continues existing lines of research on the adverse effects of metals while expanding to consider effects of cigarette smoke, air pollution, pesticides, phthalates, perfluorinated compounds, and/or organochlorines. Furthermore, given the growing problem of childhood obesity, recent papers have sought associations between a wide range of environmental contaminants and measures of body weight, growth, obesity, hypertension, and diabetes. We also see emerging interest in how placental function may modulate fetal exposures, and how social and behavioral factors (including diet), as well as the child's microbiome, may influence childhood exposures and responses. As children in cohort studies age, researchers will be able to analyze how cumulative exposures to multiple chemicals and other stressors, both during critical windows of development and collectively, contribute to children's health as it changes across the life course.
Studies in the 2015 Collection, as in years past, evaluated biomarkers in pregnant women and children, not only in the context of identifying avenues for early-life exposures, but also for characterizing molecular initiating events operating on one or more critical developmental processes in the pathway toward disease. For example, several studies reported changes in DNA methylation of specific genes in association with exposures to metals and cigarette smoke during early development. In addition to increased attention on epigenetic mechanisms of disease causation, we see continued focus on endocrinemediated developmental effects, and oxidative stress as a common pathway to childhood disease.
Biomonitoring data from national surveys and cohort studies, combined with advances in analytical chemistry, continue to define the maternal and child exposome (the totality of environmental exposures over the life course). The plethora of biomonitoring data, in turn, requires more sophisticated approaches for interrogation and analysis. In response, the children's environmental health community is calling for international cooperation to build human exposure databases and (Schmidt 2015) , which is designed to support longitudinal birth cohorts, build data and tissue repositories, and develop better analytical tools.
Thus, the year ahead holds great promise for new research, and we invite you to submit your best manuscripts to EHP. Looking ahead to our preparations for the Children's Health Collection 2016, we also welcome your suggestions for making its presentation ever more informative and useful.
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